Ascites and pleural effusions may complicate pancreatitis but pericarditis with pericardial effusion and tamponade is rare and necrosis of mediastinal fat has not been described before. All these complications occurred in the case reported here.
anastomosis for polyposis coli 13 years earlier. Six hours after operation he developed epigastric pain and became hypotensive with a systolic blood pressure of 75 mm Hg. Chest and abdominal radiographs were normal. A diagnosis of acute pancreatitis was made and he was treated conservatively with intravenous fluids and analgesia. His condition improved, but two weeks later he developed further pain and jaundice (table) . Abdominal computed tomography showed a pseudocyst and a dilated common bile duct due to compression by an inflamed pancreatic head. A laparotomy was performed to drain the pseudocyst and create a cholecystostomy and parenteral feeding was started the day after.
Thirty eight days after the onset of the illness the patient suddenly deteriorated, complaining of chest pain and breathlessness. He became hypotensive with a systolic blood pressure of 70 mm Hg and tachycardia of 1 50/min. He had pulsus paradoxus and a central venous pressure of 20 cm H20. A chest radiograph showed a widened superior mediastinum, an enlarged cardiac shadow, and a left sided pleural effusion. An electrocardiograph showed changes consistent with pericarditis, and an echocardiograph showed a pericardial collection. Thoracic computed tomography showed a fluid collection in the anterior mediastinum ( figure) .
Aspiration of the pericardium was unsuccessful and a thorocotomy was performed. Thick straw coloured fluid (400 ml) was drained from the pericardium, resulting in immediate haemodynamic improvement. The amylase content of the fluid was 2240 IU/l.
The anterior mediastinum was explored and 200 ml of thick yellow fluid obtained. Subsequent analysis showed that this was necrotic fat. A contrast study via the cholecystostomy tube 120 days after admission showed normal calibre bile ducts and free flow into the duodenum.
The patient was discharged after four months as an inpatient, two of which were spent in intensive care.
Discussion
The mechanism of pericardial effusion in acute pancreatitis is unknown but various theories have been proposed. These include chemical pericarditis due to circulating enzymes,2 fistulous connections between pericardial and abdominal cavities,3 and lymphatic transport of amylase.6 In our case the amylase content of Serum amylase, alkaline phosphatase, and bilirubin concentration over 200 days of observation Shewring, Naerger, Steer the pericardial fluid lends support to a local mechanism.
Fat necrosis has been well documented in subcutaneous tissues in pancreatitis7 but it has not previously been described in the mediastinum. Mediastinal extension of a pancreatic pseudocyst has been described, but in our patient neither contrast studies nor computed tomography showed a fistulous connection.
Our case also shows the importance of a multidisciplinary approach, without which our patient would probably not have survived. 
